More direct autonomic involvement may also induce muscle weakness. We are mostly unaware of our constant muscular movements which are stimulated autonomically. For full muscular strength we must need the full cooperation of the autonomic nervous system. Probably this is what athletes achieve by their extensive exercise before a race.
If this is so, extensive autonomic dysfunction will interfere with muscle strength which will vary, as it does in ME, according to the degree of autonomic dysfunction at any particular time.
Such a hypothesis could then explain why the ME patient who undertakes exercise, which benefits a person with a normal autonomic function, relapses in physical disarray. A healthy autonomic nervous system benefits from physical stress, whereas a precariously balanced autonomic function will, in the presence of stress, become totally imbalanced. A D HODSON Coleford Al1ergy Clinic Gloucestershire
Hyponatraemia and Moduretic·grand mal seizures
This paper gave an excellently researched review of the risk factors, pathophysiology and controversy about the treatment of hyponatraemia. The aetiology of the fits in their patients and the specific role of coamilozide (Moduretic) in causing the hyponatraemia both deserve comment.
In the first two cases the fits occurred after the administration of intravenous fluids with associated changes the serum sodium concentration (-4 mmol/l and +22 mmol/l). In the third case there was neurological deterioration (confusion) after biochemical improvement with physiological saline. As the authors mention in the discussion, the rate of development of hyponatraemia may be just as important as the absolute change in concentration in the production of neurological deficit. Previous diuretic therapy may have had a causal role in allowing hyponatraemia to occur in these patients, but there is no evidence from the data presented that the diuretics (rather than the treatment for the hyponatraemia) caused the fits, as the title of the paper suggests.
The evidence suggests a multifactorial cause for the hyponatraemia in all three cases. All three patients had nausea, pain and vomiting which are known to stimulate antidiuretic hormone release'. Moreover, the first patient was given hypotonic intravenous fluid, a common precipitating factor in hospital patients'', the second had polydipsia (presumably drinking hypotonic fluids) and the third patient was receiving a barbiturate drug which can impair free water clearance", Diuretics in general are recognized as predisposing to hyponatraemia as the authors discussed but the evidence that co-amilozide is more likely than other diuretics to cause hyponatraemia is by no means conclusive.
The data which are quoted to support this contention are largely from cross-sectional studies or individual case reports. The prevalence of co-amilozide prescription in the community determines the prevalence of co-amilozide in patients admitted to hospital. Co-amilozide is said to be one of the most commonly prescribed combination thiazide diuretic preparations. In a study we have undertaken (currently submitted for publication), we found that co-amilozide was the most commonly prescribed thiazide/potassium-sparing diuretic combination in all age groups locally. Because of the prevalence of coamilozide usage in the community, no cross-sectional study (including ours!)can rule out the possibility that patients on any potassium-retaining diuretic are at increased risk from hyponatraemia.
The cases presented illustrate the importance of assessing and treating severe electrolyte disturbances with great care, as described in the discussion. I do not feel the data allow any further inferences to be drawn. C I recall his devoted memory to his mentor, Canny Ryall, and his skillful trans-urethral operation that preceeded his 'Millin Prostatectomy'. But it is on a personal note that I would like to recall his debonnaire presence, his charm and cheer -and his Irish wit -so therapeutic to patient and doctor alike. I would act (as one would those days) as assistant or anaesthetist mostly at a small nursing home at 98 Baker Street prior to the large clinic he opened in Queensgate with the gynaecologist, Charles Reed.
His early retirement with his well-gotten gains to his beloved Ireland was a blow to potential patient and to doctor. A premature report of his death was erroneously reported in the Lancet and denied by him, Mark Twain-like, and he died some time later of a throat cancer.
S CHARLES LEWSEN London

